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W e have read the very interesting article by Bertocchio et al. (1) on their methods to discriminate familial hypocalciuric hypercalcemia (FHH) from primary hyperparathyroidism (PHPT). We had addressed that same question in our report 31 years ago (2) . It might be useful for the authors to read our 1987 publication and compare the two methods.
Bertocchio et al.
(1) studied patients with PTH within the reference range. They used a logistic regression statistical model to produce a probability of having PHPT derived from plasma Ca, PTH, 24-hour calcium/ creatinine, and bone turnover markers. The urinary calcium in their model was from a 24-hour urine collection.
In our 1987 publication, we used a discriminatory statistical model. We compared the biochemistry from patients with FHH and subsequently proven CaSR mutations and patients with PHPT, proven by histologic findings and curative surgery. We used analyses of fasting biochemistry with fasting urine samples, after a timed second void, rather than 24-hour samples for the reasons that this method has minimal dietary effect and the collection is more reliable. This method of analysis of renal calcium handling in the setting of hypercalcemia was first described by Nordin (3) (1), we found statistically significant differences in bone turnover markers (P , 002), renal phosphate threshold (P , 0.001), and plasma Mg (P , 0.001) between FHH and PHPT.
Because the 24-hour urine collection for calcium excretion is cumbersome, unreliable in the completenesss of collection, and affected by dietary factors, we suggest that the authors consider the second fasting morning urine sample as a more reliable measure. We note, in their methods that they collected such, measured Ca and creatinine, and did not report the results.
